Recently, we isolated a guinea pig herpesvirus (GPHV) from leukemic lymphoblasts (7) . GPHV is different from known herpesviruses of guinea pig, including cytomegalo viruses (4, 7) . However, it was difficult to ascertain the role of GPHV in guinea pig leukemia, since GPHV was isolated from both normal and leukemic strain 2 guinea pigs (4), and no clear-cut transformation of lymphocytes in vitro by GPHV was obtained (3) . We report here that GPHV antigen can be activated in leukemic lymphoblasts after in vitro cultivation of the cells. However, no In a typical experiment, both leukemic and normal lymphoblasts were suspended in Eagle medium containing glutarnine (0.0292%), inactivated fetal calf serum (10%), and Tryptose phosphate broth (10%). Samples of cells were tested at different times for the viability, expression of GPHV antigen by immunofluorescence, presence of virus structural components by electron microscopy, and infectious virus by infectivity assay. Cell viability was determined by eosin exclusion techniques (8) .
RESULTS
Indirect immunofluorescence techniques were used to assay for GPHV antigens (9) . The results of a typical experiment are presented in Table 1 . Fresh leukemic lymphoblasts did not contain significant amounts of GPHV antigen. However, one or two bright specks of fluorescent patches were always present on the cell membrane when anti-GPHV rabbit serum was used. No such fluorescent specks were found when preimmune rabbit serum was used. These specks could represent some specific GPHV antigen. However, the amount of fluorescence was much less than the bright fluorescence induced by in vitro cultivation of lymphoblasts.
After 16 hr in vitro, bright immunofluorescent cells appeared when tested against anti-GPHV rabbit serum (Fig. 1 ). Such cells were not stained with preimmune rabbit serum, and dead cells appeared to have a dull fluorescence when tested against preimmune rabbit serum. for immunofluorescence. Positive fluorescence was diffuse and present in both the nucleus and cytoplasm in most cells, and in the cytoplasm of only a minority of cells (Fig. 1) . In some cells, there was membrane fluorescence which appeared to be patchy and discontinuous. In productively infected rabbit kidney cells, fluorescence was localized either in the nucleus or in both nucleus and cytoplasm, but usually not in the cytoplasm alone. The percentage of the fluorescent lymphoblasts increased with the period of incubation, and by 72 hr all the cells (-100%) appeared to be fluorescent. The intensity of fluorescence was the same or increased until 72 hr, and thereafter begin to diminish. Lymphoblasts from 15 leukemic animals were tested, and all reacted in a similar way.
As noted in Table 1 , samples of cells and supernatant fluids were also tested for infectious virus and for virus-specific structures in the nucleus and cytoplasm. Neither were found.
A variety of culture conditions were attempted for the activation of GPHV antigen. It was found that any one of several standard tissue culture media would activate the GPHV antigen in leukemic lymphoblasts. Mechanical cell death, e.g., freezing and thawing or the treatment of fresh lymphoblasts with trypsin, did not cause the (10) , and to some extent, EB virus in Burkitt lymphoma cells (2, 8) . Secondly, the GPHV genome is present in all leukemic lymphoblasts and can be expressed without the production of an infectious virus. The cells in which the virus genome is expressed do not synthesize deoxyribonucleic acid and will die soon. This would explain why numerous attempts to establish continuous cell lines from leukemic lymphoblasts of guinea pigs have failed (Nayak, unpublished data). We have yet to find a culture condition which would keep the virus genome repressed in vitro. The experiments reported here do not distinguish between a partial and a complete virus genome in leukemic lymphoblasts. Since infectious GPHV can be recovered from a small number of normal as well as leukemic lymphoblasts (4, 7), it is likely that the majority of the lymphoblasts contain a partial virus genome, and infectious virus is maintained by a chronic infec- 
